We thank Ramey et al.
(1) for their opinion that the article "The enigma of the apparent disappearance of Eurasian highly pathogenic H5 clade 2.3.4.4 influenza A viruses in North American waterfowl" (2) provides insufficient evidence to support the hypothesis that wild aquatic birds do not serve as the reservoir of highly pathogenic (HP) influenza A viruses. However, most of the concerns raised by Ramey et al.
(1) are already discussed in our report (2) or resulted from a misinterpretation of our work. With regard to the disappearance of these viruses from North America, Krauss et al. (2) state that "we cannot conclude that the HP H5Nx viruses were eradicated from wild aquatic birds" and the title purposely includes the word "apparent" to further reflect this uncertainty. Ramey et al.
(1) correctly point out that many of the postoutbreak samples were not from areas in the Pacific flyway where these viruses were initially detected in North American wild birds during November-December 2014 and January 2015; however, HP H5N2 influenza A virus infections became widespread in Midwestern poultry flocks along the Mississippi flyway, where most of our postoutbreak surveillance samples originated. The virus was also isolated from wild birds in the Mississippi flyway. If these viruses were established in a North American wild bird reservoir, it is expected that they could have been detected in any part of the country.
There is no doubt that wild aquatic birds play a role in the spread of HP influenza A viruses (3-9); this is acknowledged and clearly stated in our report (2). With regard to emergence of HP influenza A viruses, there is no historic or current evidence that these viruses-H5 or H7-have emerged directly from wild bird populations. Ramey et al.
(1) refer to the documented reassortment of the Eurasian clade 2.3.4.4 H5N8 virus with North American viruses as evidence of emergence, and these reassortment events are already acknowledged in our report (2). Although these reassortment events do result in a HP influenza A virus with a novel genotype, they do not support the emergence of a HP phenotype from wild birds because the H5 gene responsible for the HP phenotype originated from poultry reservoirs in Asia (10) .
We acknowledge that additional surveillance is needed to fully resolve whether wild aquatic birds perpetuate (i.e., provide a reservoir of) HP influenza A viruses. The identification by real-time PCR of HP H5N2 in an Alaskan wild mallard duck in August 2016 does not provide evidence that a wild bird reservoir exists for this virus, and such an occurrence is consistent with the multiyear detection of HP H5N1 virus observed in Europe during [2005] [2006] [2007] . The "proof of the pudding" will be whether these HP H5Nx viruses continue to be detected in wild birds and commercial poultry in North America, or whether they disappear. Regardless of outcome, and considering the increasing number of both low-pathogenic and high-pathogenic influenza A viruses that are currently maintained in domestic birds globally, it is essential that we understand the mechanisms that either enhance or prevent the establishment of these viruses in wild bird populations.
